INTRODUCTION
The rising incidence of CHD is a new phenomenon in developing countries: it is decreasing in industrialized nations. A recent study showed increasing incidence of CHD in the South Indian state of Kerala'. It is believed that people of Kerala (literally 'land of coconut palms') consume a large amount of coconuts and coconut oil in their diet which is thought to lead to a high incidence of CHD. Coconut oil contains 51.5% saturated fat. A recent review has placed coconut oil at the top range of both atherogenic and thrombogenic foods2. To elucidate the presumed link between coconut products and CHD, we conducted a caseecontrol study in Kerala. Details of the diet of the participants from the age of 15 years were obtained to assess the long-term effect of various nutrients in the causation of CHD. We gave special emphasis to the consumption of coconut and coconut oil.
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MATERIALS AND METHODS
We studied 32 consecutive patients admitted with a diagnosis of CHD to a general medical ward of a tertiary care centre. The diagnosis was made by the typical clinical history of prolonged chest pain and changes in the electrocardiogram (Q waves or ST segment deflections). Patients unable to give a detailed history due to dementia, associated cerebrovascular disease or other complicating illnesses and those in whom myocardial ischaemia was thought to be contributed by aortic and/or mitral valve diseases and other infective or inflammatory conditions were excluded from the study. Sixteen healthy age and sex matched controls were selected after a resting 12 lead electrocardiogram and exclusion of hypertension and diabetes mellitus.
A detailed dietary history of the participants from the age of 15 years onwards was taken during interviews lasting 30min to 90min. A close relative was present during the interview which was conducted after the acute stage of the disease had passed. The history was cross-checked and confirmed with the relative. Due consideration was given to any change in the dietary pattern because of employment, movement to other places or changes in the financial status. From this information, the average daily intake of various food stuffs was calculated. This data was further analysed based on a food table of local staple diets derived from several source^^^^ to obtain each participant's average daily total calorie intake and consumption of carbohydrate, protein, fat, saturated fat, cholesterol and linoleic acid.
Informed consent was obtained from all the participants and statistical analysis of the data was done using two-tailed normal test and test of proportions. Multivariate analysis of the data was performed using Hotelling's T2 test5 wherever appropriate. A P value < 0.05 was considered statistically significant.
RESULTS
There were 26 men and six women in the study group [mean age (SEM) 57.59 (2.31)] and 12 men and four women in the control group [mean age, 55.87 (3.22)]. There were no exclusive vegetarians among patients or controls. Seventeen patients (53.12%) had myocardial infarction (1 3 Q infarctions and four non-Q infarctions) and 15 (46.8%) patients had angina suggestive of myocardial ischaema. Table 1 shows the average daily intake of coconuts and coconut oil by the patients and controls. The coconut equivalent was calculated by converting the amount of coconut oil to coconuts. There was no significant difference between the patients and controls in the consumption of coconut, coconut oil or coconut equivalent. Table 2 shows the average daily intake of various dietary nutrients by patients and controls. None of the differences between the groups was found to be statistically significant. Table 3 shows the other characteristics of the patient and the control groups. The body-mass indices (calculated by dividing the weight in kilogrammes with the square of height in metres) and waist-to-hip ratios were also identical in both the groups. The number of hypertensives among the patients was significantly more than that of controls (1 1 versus 0; test of proportions, P<O.O5). Even though there were more smokers in the patient group (25 versus lo), this difference was not significant statistically.
DISCUSSION
Several Western studies have demonstrated a significant role of various nutrients like fat, saturated fat and cholesterol in the causation of CHDG9. A typical Western diet containing high amounts of fat, particularly saturated fat from animal sources is known to influence atherosclerotic changes in the coronary arteries leading to CHD. In contrast, the traditional Indian diet is low in fat content and, therefore, cannot be the sole cause for the high prevalence of CHD seen in Indians.
Patients in the present study did not differ from the healthy controls in the consumption of any of these dietary constituents. Fat contributed only 24.3% of total calories in patients and 24% in controls in the present study in contrast to at least 35% of calories in a typical Western diet'". The absolute amount of daily fat ingestion was also low, with patients eating 58.55g and the controls 50.04 g compared to more than 100 g in Western diets. These results are consistent with previous studies from India" that revealed low intake of saturate fat and cholesterol among South Indians despite a high prevalence (13.9%) of CHD-that is, 61.6% higher than among North Indians and 26.4% higher than in the UK. Coconuts and coconut oil form part of the daily diet of South Indians in Kerala. The allegation that coconut ingestion is related to the high incidence of CHD has political and economic connotations, since coconut and coconut oil are integral to the agro-economy of Kerala. There have been attempts to import and popularize other oils such as palm oil, which are claimed to be cardioprotective. Even though coconut oil is believed to be highly atherogenic and thrombogenic, the present study did not reveal any significant difference in the coconut consumption between patients and controls. Considering these results, it cannot be implicated as a major causative factor for CHD in South Indians from Kerala. Moreover, the traditional diet in Kerala has long been rich in coconut and coconut oil because of its easy availability. There is no reason why this should now produce an increase in the incidence of CHD.
It is interesting to note that almost 35 years ago Alan Charters described a high incidence of CHD among expatriate Indians in Kenya and he believed that the ingestion of animal fat was not an important aetiologic factor"-'*. He also found that vegetarians were not protected by a high intake of unsaturated fatty acids. Recently, some workers have linked the high incidence of CHD in ~~i~~ Indians to abdominal obesity and insulin resistancei3. The exact for the high and increasing incidence of CHD among Indians remains elusive. Other risk factors such as genetic factors (ACE gene), antioxidant status, changes in the life sty1e and stress levels might be contributing to the high incidence of CHD in South O m d~a~~, '~. 
INTRODUCTION
The association of imperforate anus with a congenital short colon (pouch colon syndrome, PCS) is an uncommon entity which is most commonly found in Northern Indian statesI4. However, occasional cases have been reported from other Indian states5s6, and other countries such as Canada, England, Japan, Iran and China7-11. We report an analysis of 27 cases of congenital short colon with imperforate anus, and various surgical options are discussed.
MATERIAL AND METHODS
We report on twenty-seven cases of congenital short colon with anorectal malformation treated at the Postgraduate Institute of Medical Sciences, Rohtak, during a 5-year period. These constituted 13.3% of a
